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squamous metaplasia of the transitional epithelium and keratinization. Desquamation of the superficial layers of keratinized epithelial cells produces the clinical manifestations of the disease.
Current treatment of this condition is unsatisfactory. There is no effective medical therapy and nephrectomy or nephroureterectomy continues to be recommended for symptomatic unilateral disease because of the malignant potential and significant recurrent morbidity associated with the disease"5.
This policy of radical surgery may be challenged on three counts. First cases with stable upper tracts and sterile urine do not require surgical intervention. Secondly, although squamous carcinoma has been reported in association with leukoplakia ofthe upper urinary tract, there is no evidence that leukoplakia is itself premalignant2'3. Finally, following nephrectomy, leukoplakia may develop in the contralateral kidney or ureter.
For these reasons a regimen of conservative management seems advisable. Which operative procedures should be employed in this regimen? Surgical exploration and removal of keratinized material merely results in reaccumulation of keratinized debris within a few months, and is not recommended6. Exploration with complete local excision of the metaplastic plaque is a novel procedure which may result in cure without needlessly sacrificing neph-rons2"3. Partial nephrectomy may achieve the same objectives for more extensive lesions unsuitable for local plaque excision. We believe that nephrectomy or nephroureterectomy should be reserved for those 10% oflesions with coexisting malignancy7 and cases with secondary destruction of the kidney.
Our case of leukoplakia of the renal pelvis treated by local excision of the metaplastic plaque supports the concept that nephrons should be conserved whenever possible in the operative treatment of this disease2'3. Despite recurrence of the lesion at 5 years, the patient was asymptomatic with a normal functioning kidney at 10-year review. Furthermore, recurrent morbidity has been infrequent and easily controlled by endoscopic manipulations. Future developments in ureteroscopy may result in a greater role for endoscopic surgery in the management of leukoplakia of the upper urinary tract.
Parenteral nutrition has been developed to maintain growth in the neonate when gastrointestinal function is compromised and adequate nutrition cannot be maintained orally. Many complications of intravenous feeding have been described, particularly in association with the use of long silastic lines. The following case report demonstrates a previously unreported complication of total parenteral nutrition via a silastic central venous line. It is important to be aware that any unexplained symptom may be a complication of an indwelling silastic line. Accurate placement of the catheter tip is essential; any extra length of line left in the vascular tree may predispose to catheter tip migration and hence cause further problems.
Case report
The mother was aged 19 and a known epileptic, managed throughout her pregnancy on phenytoin and ethosuximide. She developed severe preeclamptic toxaemia at 30 weeks' gestation and was transferred to the Regional Neonatal Centre. An emergency lower segment caesarean section was performed on arrival.
The infant was female, birthweight was 1.347 kg, and she had an Apgar score of 8 at 1 minute and 10 at 5 minutes. She subsequently developed moderately severe hyaline membrane disease requiring intermittent positive pressure ventilation. The maximum ventilator settings were pressures of25/4 cm H20 and an inspired oxygen concentration of 60%. She was weaned to room air by day 6 of life and was off all ventilatory support by day 8.
She initially received a glucose electrolyte solution via umbilical artery catheter. On day 5 intravenous feeding with Vamin Glucose was commenced through a peripheral venous cannula and on day 8 oral feeds of a premature baby formula via a nasogastric tube were started.
On day 12 oflife she became unwell with symptoms and signs of necrotizing enterocolitis. Her X-ray showed loops of distended small and large intestine and an abnormal gas pattern but no intramural air. Blood cultures grew pseudomonas and Streptococcus faecalis. Oral feeds were discontinued and total 0141-0768/86/ 090545-03/$02.00/0 i 1986 The Royal Society of Medicine become moribund in a matter ofhours. At this time it was noted that copious pale yellow secretions were coming up the endotracheal tube. To investigate whether the deterioration was in some way related to the central venous catheter, which by now had been in situ for 7 days, an intravenous contrast injection was given via the silastic line ( Figure 3 ). This showed the line passing from the left brachial vein through the subclavian vein and the superior vena cava into the right atrium. From the right atrium it passed across the foramen ovale into the left atrium, then into the left upper pulmonary vein. The contrast escaped into the lung parenchyma and filled the bronchial tree. The central venous catheter was immediately removed. A diagnosis was made of chemical pneumonitis secondary to a leak of intravenous feeding solution directly from the pulmonary vasculature into the lung parenchyma. intravenous feeding commenced. Peripheral venous access became very difficult, and therefore a long silastic line was inserted on day 16 via a left brachial vein cut-down. The procedure was extremely difficult, and when the X-ray taken to show the tip of the catheter revealed the catheter coiled in the right atrium, it was decided not to reposition the line.
The baby was well during the next 7 days, her abdominal signs had settled, she was breathing spontaneously in room air and the total parenteral nutrition was continued via the silastic central venous catheter.
On day 23 the baby became unwell with increasing breathlessness and oxygen requirements. Her initial chest X-ray ( Figure 1 ) showed a left upper lobe consolidation attributed to pneumonia, but less than 12 hours later she required intermittent positive pressure ventilation in 95% oxygen with pressures of 32/4 cmH20 and a rate of 30 breaths per minute to maintain her normal blood gases. Her X-ray showed a 'complete white-out' (Figure 2 ). The infant had Over the next 24-48 hours the baby was extremely difficult to ventilate and at times required prolonged periods ofhand-bagging and pressures of40/5 cmH20 and rates of 90 per minute. She was paralysed with pancuronium for 10 days. She developed severe pulmonary interstitial emphysema, bilateral pneumothoraces and a pneumopericardium. Emergency drainage was required for all of these. In addition to gentamicin and flucloxacillin, she was treated with frusemide 1 mg twice a day and dexamethasone 0.5 mg/kg in two divided doses for 6 days and weaned off over a further 6 days. No organism was cultured from her lung or bloods, so we assumed that infection played no role in this illness.
Her condition gradually improved and by day 43 she was extubated to nasal continuous positive airway pressure in 45% oxygen. Her X-ray showed moderately severe bronchopulmonary dysplasia. She was in mild heart failure requiring frusemide and spironolactone; this was presumed to be secondary to her pulmonary problems. She was then treated with low-flow oxygen via nasal cannula. She was discharged home aged 165 days on low-flow oxygen and by 216 days of age she was weaned to room air. Throughout her illness she showed no abnormal neurological signs or evidence of intraventricular haemorrhage. She is now 11 months' old and has normal social and visual skills. Her motor development is mildly delayed due to her prolonged hospital admission.
Discussion
Many complications of intravenous feeding have been described, particularly in association with the use of long silastic centrally sited venous lines.
Bellini et al.' described cases ofinfection, thrombosis and hydrothorax in a series of 60 children, whose ages ranged from 1 day to 12 years, who had received total parenteral nutrition via a central line; 23% of the children developed these serious complications. Kelly et al.2 described a child in whom a long line was placed into the inferior vena cava and who died 9 days later; post-mortem examination showed the catheter tip had entered an ascending lumbar vein with subsequent formation of a large retroplacental abscess communicating with the epidural space. Steward et al.3 described 4 cases of communicating hydrocephalus as a complication of using both jugular veins for catheter insertion for total parenteral nutrition. Cardiac complications such as intracardiac thrombi have been diagnosed by echocardiography by Mahony et al.4 and the arrythmias caused by the tip of the catheter interfering with the conduction network by Brady & Weinberg5.
We attribute this child's severe lung disease to Vamin and Intralipid being infused directly into the lung parenchyma. In this case the catheter tip had migrated from the right atrium and hence into the pulmonary vein, presumably due to uncoiling of the excess length of catheter present in the right atrium initially.
From our experience with this case and a review of the literature, the best position for the tip of the catheter is in the lower part ofthe superior vena cava rather than the right atrium, as Shaw6 originally suggested. The catheter may still migrate, as demonstrated here, if there is any excess of line left within the patient's venous system. We therefore suggest that an X-ray 2-3 days after placement should be performed to confirm that the position has not changed.
Despite the severe chemical pneumonitis which developed, this child responded to vigorous treatment with intermittent positive pressure ventilation, antibiotics and diuretics. The value of dexamethasone is speculative, but considerable success with this drug has recently been reported in infants with severe bronchopulmonary dysplasia7'8. A case is reported of spontaneous rupture of an apparently primary sterile liver abscess, which was diagnosed at laparotomy and treated with drainage and antibiotic. This condition is rare and serious because of the delay in diagnosis. Recently, with the advent of ultrasound and computed tomography there has been improvement in the rate of early diagnosis of liver abscess as well as in prognosis.
Case report
An 85-year-old man from the west of Ireland was admitted to hospital complaining of epigastric pain, anorexia, malaise and abdominal distension. Nine years previously he had been treated for multiple myeloma with melphalan. On examination he had pyrexia, sweating, dehydration, epigastric tenderness and abdominal distension. Investigations showed haemoglobin 12.6 g/dl and leukocyte count 10 x 109/1; urea and electrolytes were within normal limits. Chest X-ray showed a small left pleural effusion and the plain abdominal X-ray was normal. The day after admission his temperature remained elevated, the epigastric tenderness had increased and the bowel sounds decreased. Laparotomy revealed a ruptured, multiloculated liver abscess situated anteriorly in the enlarged left lobe, with extensive tissue destruction. A culture swab was taken, the contents of the abscess evacuated and a biopsy taken from the abscess wall. Peritoneal lavage with noxy-0141-0768/86/ 090547-02/$02.00/0 @1986 The Royal Society of Medicine
